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However, Martinez et_ al. (1979) reported that cases had consumed signif-
icantly higher quantities of meats, cereals, total fats, total residue,
and fiber*
Jain et al* (1980) observed that an increased risk of both colon and
rectal cancer was associated with elevated consumption of calories, total
fat, total protein, saturated fat, oleic acid, and cholesterol, but that
there was no association with consumption of crude fiber, vitamin C, and
linoleic acid.  The highest risk was found for saturated fat consumption,
and there was evidence of a dose-response relationship.
The only cohort studies that have yet provided data on dietary vari-
ables are the ongoing parallel studies in Norway and Minnesota (Bjelke,
1978). These studies indicate that there is a reduced risk of colorectal
cancer in the Minnesota subjects who have a high index of vegetable con-
sumption.  No such effect has been observed in Norway, but the number of
cases in that country is small.
Most information on the association between colon cancer and choles-
terol levels has been derived from epidemiological studies and interven-
tion trials to determine risk for cardiovascular disease.  The findings
have been conflicting, and it is not certain whether reported increases
In risk of cancer (especially colon cancer) at low serum cholesterol
levels reflect a causal association (Feinleib, 1981; Lilienfeld, 1981).
Rectal cancer has been associated with Intake of beer In some stud-
ies (Breslow and Enstrom 1974; Dean e£ al., 1979; Enstrom, 1977; Stocks,
1957), but not In all studies (Jensen, 1979; Schmidt and Popham, 1981).
McMIchael et al. (1979) suggested that there is a better correlation be-
tween trends in mortality from rectal cancer and changes in beer intake
than has been found for saturated fat.
Wynder and Shigematsu (1967) showed that the proportion of beer
drinkers among male colorectal cancer patients was significantly higher
than In one control group, but not in a second control group.  In a
prospective study conducted by Bjelke (1973), there was a dose-response
relationship between the risk of colorectal cancer and the frequency of
beer and liquor consumption.  The gradient was steeper for beer consump-
tion.  Conversely, case-control studies of intestinal cancer in Finland,
Kansas, and Norway (Bjelke, 1971, 1973; Higginson, 1966; Pernu, 1960)
indicated that there was no significant relationship with beer drinking.
Vitale et_ aJL. (1981) reported a correlation coefficient of 0.78 between
alcohol consumed as beer and colon cancer in 20 countries.  There were
poor correlations for colon cancer and the intake of total ethanol,
distilled spirits, or wine.
In summary, three hypotheses appear to be supported by data of vari-
ous strengths obtained from epidemiological studies of both colon and

